Comment on: Stevens et al. (doi: 10.1089/neu.2018.6175) Glucose Dynamics of Cortical Spreading Depolarisation in Acute Brain Injury: A Systematic Review.
We refer to previous experimental evidence from two laboratories that supports the suggestion from Stevens et al of a cyclical relationship between brain tissue glycopenia and occurrence of spontaneous spreading depolarisations (SDs) in the injured human brain. In the case of acquired acute brain injury in humans, secondary insults such as hypotension, pyrexia and hypoxia are less easily controlled than in the laboratory, making the demonstration of an inverse relationship between glucose availability and frequency of spontaneous SDs more of a challenge. The imminent prospect of a commercially available method for continuous sampling of glucose (with lactate and pyruvate) in microdialysate from the injured human brain may soon offer the potential for a closer examination of the idea of a vicious circle (footnote), but more importantly, the possibility of optimising the brain tissue glucose pool in vulnerable peri-lesion tissue. We suggest that this approach should be explored, perhaps in a multicentre study, before use of antagonists to the n-methyl-D-aspartate receptor such as ketamine is considered in patients with severe acute brain injury.